We think this is the ®rst reported case of silicone expectoration after rupture of a silicone-gel ®lled implant. The mechanism of migration is unclear. We speculate that the gel, extruded under high pressure, gained entry to the vasculature and embolized in the lungs. Acknowledgment We thank Mrs Jackie Lewin for valuable assistance with electronmicroscopy.
Seven recurrences of spinal in¯ammation
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CASE HISTORY
A woman aged 24 was admitted with a 10-day history of severe back pain, bilateral lower limb dysaesthesia, left leg weakness and hesitancy of micturition. The symptoms were of subacute onset and were steadily progressing. She had been well previously and there had been no preceding infective illnesses or immunizations. The right eye had long been amblyopic. Her sister was known to have multiple sclerosis (MS), probably of primary progressive type. On examination she had a bilateral, asymmetrical, spastic paraparesis with extensor plantar responses. There was a sensory level at T4 with sparing of sacral segments. Cranial nerves, fundoscopic appearances and higher mental function were normal. She was apyrexial. A full-length myelogram was normal and the cerebrospinal¯uid (CSF) showed no oligoclonal bands, only a non-speci®c lymphocytic reaction (16 cells/mL). Chest radiography, angiotensin converting enzyme level, erythrocyte sedimentation rate, anti-nuclear factor, mitochondrial antibodies and smooth muscle antibody levels were normal or negative, as were serological tests for syphilis and borrelia. She was presumed to have transverse myelitis or idiopathic spinal cord in¯ammation. On treatment with intramuscular dexamethasone she made a good symptomatic and functional recovery, including bladder function. At follow-up 20 weeks later, she was walking independently without aids. There was some residual lower limb dysaesthesia and spasticity.
Over the ensuing 13 years she experienced seven identical episodes of probable spinal cord in¯ammation, all affecting roughly the same spinal cord level. Magnetic resonance (MRI) scans of the head undertaken on two occasions (3 years and 6 years after her original illness) were normal. Spinal MRI performed during a quiescent period (11 years after her original presentation) showed no abnormalities, including in the thoracic region. Her CSF has been examined on a further two occasions (at 3 years and 11 years) and has shown no oligoclonal bands. On each recurrence the transverse myelitis responded impressively to parenteral steroid therapy, with rapid improvement of motor and bladder function. In recent years she has developed persistent mild sensory impairment in the lower limbs. Between attacks her general health has been good.
COMMENT
Recurrent transverse myelitis is thought to be distinct from both MS and the commoner monophasic form of this illness. After the original report of three patients by Tippett et al, 1 Djaldetti and co-workers described one further case 2 . Since then about eighteen more have been reported. They do not have any obvious features in common. Systemic lupus erythematosus, myasthenia gravis and Herpes simplex type 1 virus infection have been reported in single cases 3±5 , and Japanese clinicians have found raised p-ANCA, phospholipid antibodies and hepatitis B surface antigen, again in individual cases. All had unremarkable head MRI scans. Cord swelling on spinal MRI, occurring at the same (usually thoracic) level on each occasion, has been seen, especially if the investigation was done acutely. Oligoclonal bands were never seen. All responded well to parenteral steroid therapy.
The present case is the ®rst in which a ®rst-degree relative was affected by MS. The sister succumbed to her illness at the age of 27, after a 6-year history of progressive disability without remission; we have been unable to obtain information about her investigations. During 13 years of unbroken follow-up, our patient has no shown clinical or laboratory features of MS. Trigeminal trophic syndrome is an ulcerative condition of the face particularly involving the ala nasi. It most commonly affects adults, after iatrogenic, vascular or neoplastic damage to the trigeminal nerve.
Herpetic trigeminal trophic syndrome in an infant

CASE HISTORY
A boy aged 14 months was referred with a four-week history of crusting affecting the right external nares. Two weeks before the onset of crusting, he and his three sisters had experienced typical herpes labialis, Herpes simplex being identi®ed in swabs taken for virological investigation. The sisters had had previous attacks. On examination, crust was occluding the boy's right external nares, with in¯ammation of the septum and partial loss of the right ala nasi (Figure 1) . He was growing normally and had passed all his developmental milestones satisfactorily. Herpes infection with secondary bacterial infection was suspected and swabs taken from the edge of the crusted area at this time subsequently revealed infection with Herpes simplex. Oral aciclovir (200 mg ®ve times daily), oral¯ucloxacillin (62.5 mg four times daily) and topical triclosan (2%) washes were prescribed, each for seven days. There was no improvement and after a further three weeks he was referred to the ear, nose and throat service for examination under anaesthesia and biopsy of the in¯amed area to rule out a foreign body, centro-facial neoplasm or Wegener's granulomatosis. No foreign body was found and a nasal mucosal biopsy specimen was histologically normal. He was then referred to the paediatric service. After two infusions of aciclovir (50 mg/24h), oral aciclovir (200 mg twice daily for three months) was prescribed for presumed recurrent Herpes simplex infection (although viral swabs were now negative). 
